SUMMARY The effects of truncal vagotomy and parietal cell vagotomy on gastric acid secretion and plasma gastrin and pancreatic polypeptide release were studied in 28 duodenal ulcer patients under basal conditions and after modified sham feeding and infusion of pentagastrin (2 ptg/kg/h). Before vagotomy gastric acid output in response to modified sham feeding was significantly higher than basal acid secretion in all subjects tested and reached about 45% of the pentagastrin maximum. No difference in the increase in acid response, or in the pancreatic polypeptide response to modified sham feeding was found between patients with high and low basal secretion. Plasma gastrin concentration was unaltered by modified sham feeding before and after truncal vagotomy or parietal cell vagotomy, although after vagotomy it tended to reach higher values than before this procedure. After truncal vagotomy, basal pancreatic polypeptide concentration was decreased and modified sham feeding-induced pancreatic polypeptide increment was completely eliminated. Four weeks after parietal cell vagotomy, the modified sham feeding-induced increment in plasma pancreatic polypeptide was significantly decreased and observed only in seven of 12 patients. Four to five years after parietal cell vagotomy all subjects responded to modified sham feeding with pancreatic polypeptide increment similar to that before vagotomy and in three of 12 patients acid response to modified sham feeding was seen. This study indicates that (1) truncal vagotomy eliminates gastric acid and plasma pancreatic polypeptide responses to vagal excitation while parietal cell vagotomy abolishes gastric acid response and reduces temporarily the pancreatic polypeptide response to modified sham feeding (possibly because of transient impairment of the vagal innervation of the pancreas) (2) A high ratio of basal to maximal acid output in non-operated duodenal ulcer patients is not associated with a low acid response to modified sham feeding, nor with a high pancreatic polypeptide concentration, and (3) Restitution of the pancreatic polypeptide response to modified sham feeding five years after parietal cell vagotomy does not indicate ineffective denervation of the parietal cells.
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Cephalic vagal excitation induced by sham feeding high vagal activity, were reported to secrete little or results in a potent gastric secretory stimulation no additional acid and to release less pancreatic accompanied by a rapid increase in plasma concen-polypeptide in response to vagal stimulation by sham tration of pancreatic polypeptide seen in animals' and feeding. 67 The spontaneous release of pancreatic in man.' Duodenal ulcer patients with increased polypeptide appears to be regulated by tonic vagal basal gastric acid secretion, presumably caused by cholinergic activity and the plasma pancreatic polypeptide concentration fluctuates synchronically with Gastric acid andpancreatic polypeptide responses to modified shamfeeding determination was proposed as an independent indicator of vagal activity of the oxyntic glands.9 Previous studies showed that truncal vagotomy permanently abolished the vagally stimulated gastric acid secretion and pancreatic polypeptide release.4 10"12 Selective gastric vagotomy also was found to reduce both gastric acid and the pancreatic polypeptide responses to insulin hypoglycaemia'3 but little information is available regarding the effect of the parietal cell vagotomy on both gastric acid and pancreatic polypeptide secretion in man. 8 In the second group of duodenal ulcer patients studied before parietal cell vagotomy, the mean peak acid response to modified sham feeding expressed as per cent of the pentagastrin maximum was similar to that in previous group of patients submitted to truncal vagotomy. After the parietal cell vagotomy mean basal acid secretion was reduced by 85% (Fig.  2) . Modified sham feeding was without significant influence on acid output while the pentagastrin infusion produced the mean peak response reaching about 57% of that achieved in these patients before the surgery. All these patients had negative insulin test.
After four to five years after parietal cell vagotomy, three of 12 patients had positive insulin test and all three patients showed a small but significant increase in gastric output in response to modified sham feeding. Their pentagastrin induced maximal acid output was within similar value to that recorded soon after parietal cell vagotomy and reached about 68%X of that recorded before the surgery.
Among 28 patients tested before the surgery, six showed an increased basal acid secretion as expressed by BAO/PAO ratio greater than 0.30. In these six subjects, the BAO/SAO ratio tended to reach higher value (0(54±0 06) compared with that in the remaining 22 patients (0.33±0.05) with decreased basal acid secretion (BAO/PAO ratio smaller than 0.30). The increment over basal in acid response to modified sham feeding in these six patients with higher basal secretion was not significantly different from that in the remaining 22 patients with normal or reduced basal secretion (Fig. 3) . No In the second group of duodenal ulcer patients submitted to parietal cell vagotomy the mean basal gastrin concentration was similar before and after surgery and again modified sham feeding did not cause any significant alteration in plasma gastrin concentration before nor after the surgery. In these patients examined four to five years later, modified sham feeding was also without significant influence on plasma gastrin concentrations. Basal plasma concentration of pancreatic polypeptide in patients before truncal vagotomy averaged 19±4 pM and modified sham feeding resulted in an immediate and marked rise in pancreatic polypeptide seen in all 28 patients tested and reaching about 53±14 pM within 7.5 minutes and a peak of 70±18 pM within 15 minutes after the start of modified sham feeding (Fig. 4) .
Plasma pancreatic polypeptide tended to decline at the end of tests -that is, about 105 minutes after modified sham feeding to the level not significantly different from the initial basal value. After truncal vagotomy, the basal pancreatic polypeptide value averaged 14±3.7 pM and no significant change in plasma pancreatic polypeptide was observed during or after modified sham feeding in these patients. No significant difference was found in the increments in pancreatic polypeptide level after modified sham feeding among the patients with increased and ulcer complications and/or poor response to medical therapy, six of these patients exhibited high basal acid secretion as expressed by BAO/PAO ratio greater than 0 30. All these patients, however, responded to modified sham feeding with an increase in acid output over basal level. Although the BAO/ SAO ratio in these six patients tended to be higher (0.54±0.05) than in the remaining 22 patients (0.33± 0.05) no significant correlation was found between basal output and the modified sham feeding-induced increment in acid output over basal level in the patients studied. Thus, we were unable to confirm the claims of previous reports7 that duodenal ulcer patients with high basal acid secretion do not respond to modified sham feeding, presumably because of initial high basal vagal activity. In fact, the increment over basal in response to modified sham feeding in our six patients with high basal secretion was not significantly different from that in remaining 22 
